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[Abstract]  Autogenous arteriovenous fistula (AVF) is the preferred type of vascular access for
patients undergoing maintenance hemodialysis, and its maturation status directly affects dialysis adequacy
and patients’ quality of life. A well-matured AVF ensures adequate blood flow and effective dialysis,
whereas maturation failure may result in insufficient blood flow during dialysis, impairing solute exchange
and reducing dialysis efficiency. In recent years, growing research efforts have provided increasing in-

sights into the molecular mechanisms underlying AVF maturation, offering new perspectives and poten-
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tial therapeutic targets for improving AVFE maturation.
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